Traumatic hyphaema is regarded as a sign of ocular trauma requiring, in most centres, admission to hospital. It is almost invariably associated with damage to the anterior segment and frequently to the posterior segment.' Hospital treatment aims at promoting resolution of the anterior chamber clot, prevention of further haemorrhage and associated complications, and identification and treatment of any posterior segment injuries.
Secondary haemorrhage has come to be considered the single most important complication of traumatic hyphaema, and in recent years a wealth of literature from North America and Scandinavia has been produced as attempts have been made to prevent its occurrence.'3 As a result of this work antifibrinolytic agents have been found effective in reducing secondary haemorrhage and are now widely used as prophylactic treatment.
It has not been the policy in our unit to use antifibrinolytic agents on patients with traumatic hyphaema. Our impression has been that rebleeding is an infrequent occurrence and that when it does occur it is not associated with a significant deterioration in visual prognosis. Furthermore we have tended to regard posterior segment damage as the most important consideration in these patients.
To establish whether these impressions were correct the following retrospective study was performed. Gonioscopy was performed so infrequently that no conclusion could be reached as to the prevalence of angle recession. However, of the 20 eyes examined 15 had some degree of angle recession. The size of hyphaema at presentation is shown in Table 3 . The table also shows the incidence of rebleeding, associated with each grade of initial hyphaema. The numbers of grades 3 and 4 hyphaema are too small, as are the rebleed rates, to show any statistically significant association between size and risk of secondary haemorrhage.
Material and methods
Thirteen patients (4-1%) suffered secondary haemorrhage in hospital. No factor studied was associated with an increased risk of rebleeding, including age, sex, mechanism, of injury, or grade of initial hyphaema. In all cases rebleeding occurred between two and four days after the injury. The secondary bleed was small in 11 cases. In two cases the anterior chamber became entirely filled with blood. However, all cases resolved with further bed rest, and only one of the patients with the total hyphaema required acetazolamide for control of raised intraocular pressure. The final visual acuity was 6/9 or better in all but one case, in which vision was reduced owing to macular scarring.
A further seven patients presented with apparent secondary haemorrhage -a history of sudden pain and reduction in vision occurring two to four days after blunt trauma to the eye. All patients in this group regained 6/12 vision or better. Both patients who required anterior chamber washouts were in this group.
Only 3 patients were observed who developed glaucoma as a delayed or late complication. One of these, discussed above, was lost to follow-up. Of the remaining two, one was a young woman who sustained an initially large hyphaema which Hyphaema, therefore, is just one feature of a constellation of ocular injuries that follow blunt trauma. In a predominantly Caucasian Northern European population such as ours secondary rebleed is uncommon and is not associated with a worsening of visual prognosis. There were no features which allowed identification of those at risk of rebleeding in our study. Corneal blood staining sufficient to cause impairment of vision was not seen. Poor visual acuity was in general due to posterior segment damage, the diagnosis ofwhich was often delayed. Secondary glaucoma was found to be a rare complication. Our conservative approach to traumatic hyphaema therefore seems justified.
While the overwhelming concern with hyphaema and secondary haemorrhage is understandable (certainly in those American centres with large numbers of black patients, in whom rebleeding seems to be more common3) there is a danger of neglecting other important aspects of blunt ocular trauma. Posterior segment damage can occur without an associated hyphaema.I Efforts should be made to detect and treat retinal breaks, dialyses, or holes which may not be obvious until full examination with the binocular indirect ophthalmoscope and scleral indentation have been carried out. Gonioscopy should be performed at some stage in the follow-up period (once is enough, as angle recession is constant once present24) to detect eyes with 1800 or more recession, bearing in mind that even within this group only a minority will develop glaucoma.2324
Although it is our policy to admit all patients presenting with traumatic hyphaema our finding of a group of patients presenting with secondary haemorrhage suggests that a number of patients sustaining hyphaema never attend hospital. The visual outcome in these patients was in fact very good. Since bed rest, our only consistent treatment, is ofdoubtful benefit, a case could be made
